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PROPOSITIONS 
1. The association of decreased expression of FcγR2b with increased susceptibility 
to autoimmune diseases does not necessarily mean that FcγRIIb is directly 
involved in the maintenance of immunological tolerance. (This thesis)
2. FcγRIIB is an autoimmune disease modifier and not, as has been postulated 
on the basis of observations with a FcγRIIb KO mouse model on mixed 129/
C57BL6 background, a ‘single overriding factor’ which may ultimately dictate 
whether the autoimmune disease progresses or not.  (This thesis and McGaha 
T.L., et al Science 2005; 307: 590-3) 
3. The regulatory role of FcγRIIb on myeloid cells, but not B cells, plays a dominant 
role in the susceptibility to Collagen Induced Arthritis: autoantibodies are 
required but insufficient to induce arthritis. (This thesis)
4. In Nephrotoxic Nephritis FcγRIIb on myeloid cells but not on B cells plays a 
dominant role in the protection from antibody-mediated damage within the 
kidney whilst expression of FcγRIIb on intrinsic renal cells provides an additional 
level of protection (this thesis).
5. The unexpected role of FcγRIIb in the gut might explain the strong differences 
in the frequency and the onset of lupus-like disease in the same FcγRIIb KO 
strain in different laboratory animal facilities: variation in the intestinal flora 
(Shan M., et al. Science, 2013;342: 447-53)
6. The interaction affinity of FcγRs and ICs can be additionally regulated by varying 
the glucidic composition of IgG1, resulting not only in a  structural modification, 
but also in its functional activity. This opens new therapeutic opportunities to 
treat IgG and FcγR-related inflammatory pathologies. (Anthony R.M., et al, 
Ann.N.Y. Acad. Sci. 2012; 1253:170-80)
7.  The relatively frequent presence of an allelic variant of FcγRb with diminished 
expression in the population of South East Asia indicates that the positive 
selection for better protection against malaria overrules the negative selection 
for the increased risk to develop SLE. (Clatworthy, M.R., et al., Proceedings of 
the National Academy of Sciences, 2007; 104: 7169-74)
8. That all tumour specific monoclonal antibodies successfully used in the clinic 
(anti-CD20, anti-HER2, anti- EGFR) interfere with cell signalling in the tumour 
indicates that Antibody Dependent Cell mediated Cytotoxicity plays a minor 
role if any in vivo. (Sliwkowski M.X. and Mellman I., Science 2013; 341: 1192-8) 
9. ‘Every man can, if he so desires, become the sculptor of his own brain’ (Santiago 
Ramón y Cajal, Nobel Prize in Physiology or Medicine, 1906)
10. ‘I tell students that the opportunities I had were a result of having a good 
educational background. Education is what allows you to stand out’ (Severo 
Ochoa, Nobel Prize in Physiology or Medicine, 1959)
